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Abstract
Background: Although important to public policy, there have been no rigorous evidence syntheses of the long-term
consequences of late adolescent drinking.
Methods and Findings: This systematic review summarises evidence from general population cohort studies of drinking
between 15–19 years old and any subsequent outcomes aged 20 or greater, with at least 3 years of follow-up study. Fifty-
four studies were included, of which 35 were assessed to be vulnerable to bias and/or confounding. The principal findings
are: (1) There is consistent evidence that higher alcohol consumption in late adolescence continues into adulthood and is
also associated with alcohol problems including dependence; (2) Although a number of studies suggest links to adult
physical and mental health and social consequences, existing evidence is of insufficient quality to warrant causal inferences
at this stage.
Conclusions: There is an urgent need for high quality long-term prospective cohort studies in order to better understand
the public health burden that is consequent on late adolescent drinking, both in relation to adult drinking and more
broadly. Reducing drinking during late adolescence is likely to be important for preventing long-term adverse
consequences as well as protecting against more immediate harms.
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Introduction
Alcohol is responsible for approximately 4% of the global
burden of disease [1]. This burden is higher in high income
countries and among men, accounting for 11% of all male deaths
in the World Health Organization (WHO) European region in
2004 [1]. There is global concern about drinking trends among
young people, particularly in heavy episodic or ‘‘binge’’ drinking.
Prominent among policy responses, in the UK and elsewhere,
have been attempts to manage antisocial behaviour related to
intoxication in public spaces [2]. Much less attention has been
given to risks to adult health and well being.
There have been many cohort studies of the longer term harms
associated with adolescent drinking. Some studies suggest that
individuals ‘‘mature out’’ of late adolescent drinking patterns [3],
whilst others identify enduring effects on drinking and broader
health and social functioning in adulthood [4]. In the only available
meta-analysis of life-course variability, Johnstone and colleagues [3]
evaluated stability in drinking frequency and found settled patterns
after the age of 30 following earlier marked discontinuity. There
has, however, been no systematic review addressing the conse-
quences of late adolescent drinking in adulthood.
If adolescent drinking does not cause later difficulties with which
it may be associated, early intervention on and management of the
acute consequences of alcohol consumption, such as antisocial
behaviour and unintentional injuries [5], may be the most
appropriate community safety and public health responses. If
causal relationships do exist, however, this approach will not
address the cumulative harms produced by alcohol, unless such
intervention successfully modifies the long-term relationship with
alcohol, which seems unlikely. The obstacles to causal inference
are well known, and bias and confounding in particular must be
addressed in cohort studies. A systematic review of cohort studies
provides the strongest observational study design to evaluate
evidence for causal inference [6]. We thus applied this approach to
study the consequences of late adolescent drinking.
Methods
Adolescent alcohol involvement and the potential for subse-
quent harm have been conceptualised and studied in many
different ways. We sought therefore to evaluate the possible effects
of any behavioural measure of adolescent alcohol consumption on
any adult outcome. The durability of any observed effects is an
important study theme due to the likely implications for public
health.
Search Strategy and Selection Criteria
The data collection process is illustrated in Figure 1 and the
PRISMA checklist is included as Text S1. The literature covering
1964 to 2008 inclusive was initially accessed via electronic
databases as proposed by Egger and Davey Smith [7]. This start
date identified the oldest cohort study included in the study by
Johnstone and colleagues [3]. After piloting the following
databases were searched: Medline (via both PubMed and MeSH);
Web of Knowledge (including ISI Proceedings); Global Health
Archive; Cinhal; PsychInfo; Embase; and HMIC. Configured for a
PubMed search, the search terms were (1) Adolescen* OR teen*
OR young person OR young people OR young adult; (2) Alcohol*
OR binge drinking OR drinking culture OR problem drinking
OR drinking problem* OR hazardous drinking OR substance
[TI]; (3) Adult* [TI] OR cohort OR longitudinal OR prospective
OR lifetime [TI]. Initial screening removed studies that were
clearly unrelated to this review.
Citation searching used both backward and forward proce-
dures, with the bibliographies of relevant studies checked and
Science Citation Index used for subsequent citations of these
papers. Three journals were hand searched: Addiction Abstracts;
Addiction; and Journal of Studies on Alcohol and Drugs. The
latter two have been published continuously during 1964 to 2008
and were selected following piloting. A data collection protocol
was developed and the entire process was undertaken twice, on the
second occasion by a research assistant blinded to the outcome of
the first. All subsequent study tasks were also duplicated. Only
peer-reviewed published data were used and further unpublished
information was not sought from authors. Finally, experts,
including the authors of included primary studies, were contacted
to identify additional studies that had been missed.
The following selection criteria were applied independently by
two researchers. Studies of drinking behaviour were included if
they collected data on at least two points in time, were at least 3 y
apart, and from the same cohort. Data collection regarding
alcohol consumption was required between the ages of 15 and 19 y
old (or between 9th grade at school or first year of university if age
not specified). Drinking is normative in this age group and
approaches peak levels towards the end of this age range and into
the early 20s in most high income countries [8]. Studies were also
required to include a report of at least one quantitative measure of
effect, such as an odds ratio (OR), between alcohol involvement
and any later outcome assessed at age 20 or greater. Cohorts
formed from general population sources, including college
students and military conscripts, were included. Studies based on
selected or special populations such as children of alcoholics,
mental health patients, and offenders were excluded.
Data Analysis
Quality appraisal of included studies was undertaken to evaluate
the potential for bias and the adequacy of control for confounding.
We gave particular attention to socioeconomic deprivation and
other early life sources of vulnerability, as well as indications of
other adolescent behavioural problems, in assessing confounding.
We designated studies as having stronger capacity for casual
inference in relation to the aims of this review if residual
confounding in these areas was assessed as unlikely to be important
by two reviewers and they had at least one of the following
characteristics: (1) follow-up rates of 80% or greater; or (2) sample
sizes of 1,000 participants or more. These characteristics identify
two forms of bias at the individual study (attrition bias) and at the
review level (small studies having disproportionate influence in
reviews), respectively. Also if a study had both these characteristics,
it was deemed to have stronger capacity for causal inference if
both reviewers agreed there was reasonable control of confound-
ing even though residual confounding was nevertheless still likely.
We considered that adjustment for some factors while leaving
major individual psychosocial confounders uncontrolled, did not
constitute reasonable control of confounding. This subset of
studies with stronger capacity for causal inference is individually
discussed in the narrative presentation of results in order to
summarise the evidence base. Two researchers agreed on all bar
two studies (Kappa 0.91) [9,10], for which disagreements about
the strength of control for confounding were resolved by
discussion. Meta-analysis of pooled outcomes from these observa-
tional studies was deemed inappropriate only after consideration
of the nature of findings from included studies, because of the
potentially misleading nature of such summary effect estimates in
the context of uncontrolled bias and confounding [7].
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Results
The majority of included studies (n = 35) were multiple
reports from ten cohorts (see Table 1), with the Swedish
Conscript Study (SCS) of male conscripts providing nine
separate reports [11–19]. The remainder of included studies
(n = 19) originated from separate cohorts (see Table 2). Tables 1
and 2 present selected study characteristics including variables
involved in eligible measures of effect. Altogether a total of 54
studies were eligible for inclusion in this review [9–62]. This
literature has grown rapidly in recent years, with approximately
two-thirds of studies (n = 35) published since 2001. Approxi-
mately half of all reports (n = 26) were from US studies, ten were
from Sweden, eight from Britain, four from New Zealand, three
from Australia, two from Finland, and one from the Nether-
lands. More than half (n = 30) originated from school-based
Figure 1. PRISMA Flowchart.
doi:10.1371/journal.pmed.1000413.g001
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Table 2. Individual cohort reports.
Study
Cohort
Type
Author
Name Year
T1
Age
(y)
T2
Age
(y)
Final
Sample
Size (n)
Follow-
up Rate
(%)
T1 Adolescent
Behavioural
Variable(s)
T2 Adult
Outcomes
Stronger
Capacity
for Causal
Inference
AHRS Community
cohort
Jackson 2002 13–20
(mean
16.7)
18–25 1,814 88 AU frequency
and heavy drinking
Au frequency and heavy
drinking; regular and
heavy tobacco smoking
initiation and cessation
Yes
Alcohol
Misuse
Prevention
Study
School
cohort
Bingham 2005 17–18 23–24 1,987a Not clear AU quantity and
frequency,
drunkenness, binge
drinking, drinking
consequences
AU quantity and
frequency, drunkenness,
bingeing, AU disorders,
drinking consequences
No
Amsterdam
Growth and
Health
Longitudinal
Study
School
cohort
Koppes 2000 16 21 150 52 Total and beverage
specific AU quantity
Total and beverage
specific AU quantity
No
Boston 13
year
Longitudinal
Project
School
cohort
Stein 1993 15– 18 26 785 79 AU frequency AU quantity and
frequency. Cannabis
and other drug use.
Work-related variables
No
Cambridge Study
of Delinquent
Development
School
cohort
Shepherd 2004 16– 18 32 378b 94 Heavy weekly
drinking
Illness and injuries No
FinnTwin
16– 25 Study
National
birth cohort
Viken 2007 18 25 3,028c 92 Alcohol problems
(Rutgers Alcohol
Problem Index)
Alcohol problems
(Rutgers Alcohol
Problem Index)
No
Health in
Transition Study
School
cohort
Toumbourou 2004 17– 19 21 1,596 48 AU quantity
(within
recommended limits)
AU quantity (within
recommended limits),
alcohol related harms
No
Michigan Study
of Adolescent
Life Transitions
School
cohort
Peck 2008 18 21; 28 578 67 AU AU frequency and
heavy drinking
(intoxication)
No
Minnesota
Longitudinal
Study of Parents
and Children
Local birth
cohort
Englund 2008 16 23; 26; 28178d Not clear AU quantity AU (quantity at
23, 26);
AUD (DSM) at 28
No
National
Education
Longitudinal
Study
National
school
cohort
Chatterji 2006 15– 16;
17– 18
26 7,604e Not clear AU any past month;
heavy drinking
Graduated high school
on time, diploma
achievement, college
entry, college
graduation
No
NYLS School
cohort
Kandel 1986 15– 16 24– 25 1,004 83 Lifetime drinking ten
times or more
Frequency of tobacco,
alcohol, illicit drug use,
prescription drug use,
employment and family
role measures,
education,
delinquency, physical
and mental health
Yes
North Karelia
Youth Project
School
cohort
Paavola 2004 15 21; 28 657; 640 73; 71 AU frequency AU, smoking, physical
activity (all frequencies)
No
Oregon
Adolescent
Depression
Project
School
cohort
Rohde 2001 15– 19 24 940f 85 AUD diagnosed,
symptoms only or
nonproblematic
AUD, substance use
disorder, depression,
anxiety (all DSM), daily
smoking, borderline and
antisocial personality
disorder symptoms
No
Project Family School
cohort
Mason 2008 16; 18 21– 22 313 Not clear AU frequency and
quantity; heavy
drinking
Major depressive
disorder (DSM)
No
Young Adult
Follow-up Study
School
cohort
Donovan 1983 15– 16 21– 22 403g 93 AU beverage specific
and overall quantities,
being drunk, negative
consequences; years
as a problem drinker
Problem drinker
(intoxication frequency
and negative
consequences)
No
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cohorts. Birth cohorts were more likely to be the subject of
multiple studies (n = 11/14). Nineteen (35%) studies, based on
eight different cohorts, were assessed as having stronger capacity
for causal inference (see Tables 1 and 2), and we focus primarily
on these studies. The presentation of main results is organised
by principal outcomes evaluated, with quantitative data
presented only from the subset of 19 studies.
Mortality
The risk of premature death associated with late adolescent
drinking has been evaluated only in the SCS, after 15, 20, and
25 y [12,15,17]. When the male study population was approxi-
mately aged 34, late adolescent heavier drinkers (.250 g per
week) were twice as likely (OR=2.1, 95% confidence interval
[1.4–3.2]) to have died compared to moderate drinkers (,100 g
per week) [12]. This effect was attenuated by age 39 y (OR=1.46
[1.05–2.04]) at which time potential confounding was more tightly
controlled [15]. The majority of deaths at both study intervals
were caused by car crashes and suicides. Car crashes were the
leading cause of death at younger ages, after which time suicides
predominated (see below) [15].
The risk of death among heavier adolescent drinkers due to
alcohol-specific causes (International Classification of Diseases 8
[ICD 8] codes 291, 303, and 980 for alcohol psychosis, alcoholism,
and alcohol intoxication, respectively) was high (OR=13.7 [5.3–
35.5]) compared to moderate drinkers, as were deaths due to liver
cirrhosis and pancreatitis (ICD8 codes 571 and 577; OR=11.0
[3.2–45.1]), though there were few such cases [15]. Heavier
drinkers also differed from others in the ways in which other
psychosocial factors impacted upon mortality risk. Among all
conscripts high psychosocial risk (defined as 5 or more risk factors,
compared to 0–2 factors) was associated with a 3-fold elevation in
observed mortality (OR=3.0 [2.3–4.0]). Among heavier drinkers
there was no independent effect of psychosocial risk factor groups
on mortality (OR=1.3 [0.7–2.7]), meaning that ‘‘good social
adjustment as indicated by absence of other risk factors constitutes
little or no protection from an increased risk of premature
mortality among high consumers of alcohol’’ [15].
Alcohol consumption was categorised slightly differently in the
25-y follow-up, complicating direct comparisons with earlier data
[17]. Those drinking 15 g per day or greater were at heightened
risk of early mortality (OR=1.37 [1.01–1.85]) in comparison with
a reference group of abstainers, with the risk slightly more
pronounced among those drinking 30 g per day or more
(OR=1.53 [1.08–2.16]). Alcohol was estimated to have caused
14% of all deaths. Neither trends in protective effects on
myocardial infarction hospitalisation or death nor on risk of
stroke approached statistical significance [17].
Alcohol Consumption
More than 20 studies provided evidence of associations between
late adolescent alcohol consumption and subsequent drinking in
adulthood, with one study reporting no associations based on a
limited measure of alcohol involvement (see Tables 1 and 2 and
below) [33]. There were five studies with stronger capacity for
causal inference, four of which were published since 2004.
In the New Zealand birth cohort Christchurch Health and
Development Study (CHDS), effects of an age 16 latent class
variable on all drinking frequency and quantity outcomes at age 21
survived extensive adjustment for covariates. These controls
eliminated apparent relationships between age 16 drinking and
most other outcomes [60]. Latent classes were formed by
consumption and frequency measures and were most importantly
influenced by the largest amount consumed on a single occasion in
the past 3 mo. In the British birth cohort National Child
Development Study (NCDS) effects of overall weekly consumption
at age 16 on this same measure were observed until age 23 y, as far
as was studied [38].
Kandel and colleagues [33] found no direct relationship
between having drunk alcohol ten times ever by age 16 and
Study
Cohort
Type
Author
Name Year
T1
Age
(y)
T2
Age
(y)
Final
Sample
Size (n)
Follow-
up Rate
(%)
T1 Adolescent
Behavioural
Variable(s)
T2 Adult
Outcomes
Stronger
Capacity
for Causal
Inference
Youth
Development
Study
School
cohort
McMorris 2000 17– 18 22 780 78 AU frequency AU frequency;
work hours
No
Unnamed Local birth
cohort
Wennberg 2000 18 25; 36 212 Not clear AU quantity Frequency of
intoxication at 25,
AU quantity at 36
No
School
cohort
Shope 2001 15– 16 23– 24 4,403h 100 Alcohol use/misuse
(four categories)
Serious motoring
offences; serious car
crashes
Yes
School
cohort
Repetto 2004 14– 15 20– 21 458i 67 AU quantity Depressive
symptoms
No
AA, alcohol abuse; AD, alcohol dependence; AHRS, Adolescent Health Risk Study; AU, alcohol use; AUD, alcohol use disorder.
aIncludes only not married/cohabiting young adults and sampled only those with a driving licence. Also partial overlap between this sample and Shope.
bMen only.
cSame-sex twins only.
dLow income first born sample.
eVarious earlier data requirements met.
fAUD at 18 excluded in analyses examining the course of AUD.
gPreviously participated in all four survey waves.
hExcluded those not living with either parent and those already driving at study entry, and those who did not obtain a driving license during the study period.
iBlack only.
doi:10.1371/journal.pmed.1000413.t002
Table 2. Cont.
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alcohol consumption behaviours at age 24–25 y in the New York
Longitudinal Study (NYLS) cohort representative of school
attenders in that state. Bogart and colleagues [9] found a small
effect of drinking frequency measured using a 12-point scale at age
18 on whether any alcohol was being drunk (OR=1.08 [1.01–
1.15]) and on heavy episodic drinking (OR=1.11 [1.01–1.22]),
with no effect on overall monthly consumption among 29-y-old
women in a subgroup analysis of the RAND cohort.
Both monthly frequency of consumption and heavy episodic
drinking at age 18 were related to the same measures at 22, 26,
and 35 y in the nationally representative US Monitoring the
Future Cohort Study (MFCS) [43]. The MFCS identified these
effects to be much larger than all other adolescent sociodemo-
graphic, parental, psychological, and behavioural predictors of
both drinking frequency and heavy drinking outcomes. Standard-
ised regression coefficients for both variables were on average at
least twice as large as any other predictor across all follow-up
intervals. These effects diminished over time, for example being
0.34, 0.21, and 0.18 for drinking frequency at the three ages (all
p,0.001). They were also stronger for males than females in heavy
drinking (regression coefficients approximately three times larger
than any other), whereas there was no evidence of gender
difference in monthly consumption frequency [43].
Alcohol Problems Including Dependence
All studies assessing alcohol problems or dependence in
adulthood found statistically significant associations with late
adolescent drinking. Among seven studies with stronger capacity
for causal inference, three were drawn from the SCS and two from
the CHDS cohorts.
In CHDS, effects of age 16 alcohol consumption latent class on
Diagnostic and Statistical Manual of Mental Disorders, Fourth Edition
(DSM-IV) alcohol dependence at age 21, were larger than on any
other alcohol-related outcome [60]. Diagnosis of alcohol abuse at
age 18 was related to later alcohol diagnoses at 21 y (abuse
OR=2.6 [1.7–4.1], dependence OR=3.0 [1.2–7.2]) [61].
Diagnosis of dependence at age 18 was associated with age 21
diagnosis of abuse at 21 (OR=3.5 [1.8–6.7]) and more strongly
with dependence (OR=15.5 [6.0–40.1]) after good control for
confounding in this birth cohort [61].
Similar to the findings on alcohol consumption, the RAND
female study [9] found a small effect of age 18 drinking frequency
measured on a 12-point scale on negative consequences attributed
to alcohol in the past year at age 29 (OR=1.12 [1.04–1.21]).
There was no effect on the number of these consequences. As with
their previous findings, these effects were smaller than the
protective effects of marriage on women’s drinking behaviour at
29. Longer term consequences to age 35 were again apparent in
MFCS, with heavy episodic drinking at 18 being predictive of both
DSM-IV abuse and dependence (standardised regression coeffi-
cients 0.09 [p,0.01] and 0.08 [p,0.001], respectively). Unlike
effects on alcohol consumption, however, the effects of adolescent
heavy drinking on alcohol problems at 35 were no longer larger
than other possible component causes including parental drinking,
theft/property damage, marijuana, and other illicit drug use at age
18 (regression coefficients broadly similar to heavy drinking and
statistically significant) [43].
At approximately age 34, heavy drinking (.250 g per week)
young men at age 19 were 2.3 (1.8–2.9) times more likely to have
been hospitalised for alcoholism than low risk drinkers (,100 g
per week) in the SCS [16]. Elevated risk also in the intermediate
category provided evidence of a dose response relationship
(OR=1.6 [1.3–1.9]). Among other predictors, the relative risk
was greater only among those having had earlier contact with
police or child care authorities [16]. In the Stockholm Country
subset of the SCS heavier drinking at conscription was not
associated with public drunkenness offences 7–8 y later (approx-
imate age 26–27 y) after adjustment for confounders [19]. After
26–27 y of follow-up of the national cohort (approximate age 45–
46 y), a summary measure of problematic drinking at conscription
was not associated with hospitalization or mortality with an
alcohol diagnosis (OR=1.33 [0.89–1.99] in the subgroup who
had not used cannabis) [18].
Car Crashes and Drink Driving Offences
SCS mortality data have already been presented. Among
Stockholm County conscripts, heavier alcohol consumption was
not associated with drinking and driving offences after 7–8 y with
adjustment for confounders [19]. The relative risk of car crash
fatality in the entire SCS, however, was 2.3 (1.2–4.3) for heavier
drinkers (.250 g per week) compared to moderate drinkers and
8.0 (2.2–28.9) compared to abstainers after 20 y of follow-up [15].
Moderate drinkers (,100 g per week), were also at elevated risk
compared to abstainers (OR 3.5 [1.1–10.7]). CHDS identified a
possible effect on any drink driving offences by age 21 of
borderline statistical significance attributable to age 16 drinking
pattern and no effect on speeding [60]. Shope and colleagues [53]
found that the possible effects of a combined measure of alcohol
use and problems assessed at age 15 before driving began on the
numbers of serious crashes and driving offences to ages 23–24
were not robust to confounding in a US school cohort.
Other Criminal Convictions
The CHDS found no effect of age 16 drinking latent class on
court convictions or property offences by age 21 [60]. Effects on
numbers of violent offences were, however, identified to be robust
to adjustment for background variables. In the Stockholm County
segment of the SCS a dichotomised adolescent alcohol problems
measure was predictive of having any officially recorded criminal
convictions during 15 y of follow-up (OR=1.31, confidence
interval not provided, p,0.001) [11].
Mental Health
There were no age 16 alcohol effects on any of the mental
health outcomes (major depression, anxiety disorder, suicidal
ideation, and suicide attempt, all p.0.5 after adjustment) at age 21
assessed in CHDS [60]. There were no associations between age
15–16 drinking lifetime prevalence and having seen a mental
health professional, nor on depressed mood at age 24–25 in the
NYLS [33].
As noted above, suicide was the leading cause of death over the
20 y of the SCS mortality studies, with heavier drinkers at greater
risk than moderate drinkers (OR=1.7 [1.0–2.8]) and abstainers
[15]. Other risk factors were more strongly associated with suicide,
including number of friends (having none compared to having
more than 3, OR=3.1 [1.5–6.2]). Although there was also a
greater risk of psychiatric hospitalisation after 15 y in the SCS
(OR 1.8 [1.5–2.1]), the nonaddiction mental health consequences
are difficult to appreciate as approximately two-thirds of all
admissions involved alcoholism or drug addiction [14].
Tobacco Smoking
An observed association between age 16 drinking patterns and
DSM-IV nicotine dependence at age 21 disappeared after
adjustment for covariates in CHDS [60]. In the US Adolescent
Health Risk Study (AHRS) [31] small effects of occasional and
heavy drinking on smoking initiation and cessation were identified
Consequences of Adolescent Drinking
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over a 5-y interval into the early 20s. ORs for both regular
smoking and half pack a day smoking suggested small effects, with
lower confidence intervals near 1. These were statistically
significant for all initiation analyses (among nonsmokers) but not
in all cessation analyses (among baseline smokers). No effects of
having drunk alcohol 10 times or more by age 15–16 on lifetime
smoking prevalence by 24–25 y were observed in the NYLS [33].
Other Drug Use and Related Problems
In CHDS age 16 drinking latent class was not associated with
age 21 cannabis and other illicit drug dependence after control for
confounding [60]. No effects of age 15–16 drinking lifetime
prevalence on other drug use at 24–25 were observed in the NYLS
[33]. Despite this cohort being particularly closely associated with
the ‘‘gateway’’ perspective (any prior use of one drug increasing
risk of subsequent use of another), only cumulative use measured
over the entire intervening period was associated with other drug
use, thus ‘‘adolescent use retains no direct unique effect once use
between adolescence and young adulthood is taken into account’’
[33]. In the SCS after 26–27 y of follow-up, a summary measure
of problematic drinking among those who had not used cannabis
at conscription was not associated with hospitalization or mortality
with a drug use diagnosis (OR=1.83 [0.97–3.45]) [18]. Among
problem drinkers who had used cannabis, however, elevated risks
of such drug problems were found (ever used #10 times
OR=5.60 [2.92–10.75], .10 times 3.34 [1.60–6.98]).
Educational Attainment
No effects of adolescent drinking on any educational outcomes
(school qualification, university enrolment, or degree) at age 21
remained after adjustment for confounding in CHDS [60]. In the
NYLS there was no effect of having drunk alcohol ten times or
more by age 15–16 on number of years in education by 24–25 y
[33]. In the British NCDS, however, an effect of heavier past week
drinking (.4 units male, .3 units female) at age 16 on subse-
quent educational attainment by age 42 was found among men
only, using propensity scores to deal with confounding [54]. This
effect was greater in working class men, where heavy drinkers
were approximately 25% less likely to complete a degree than
nonheavy drinkers. The difference was 10% among middle class
men [54].
Other Possible Consequences
The CHDS found no effect of age 16 drinking latent class on
months unemployed, sexually transmitted infections, or pregnancy
by age 21 [60]. Effects on numbers of sexual partners were
identified to be robust to adjustment for background variables.
Hospitalisation during 15 y of follow-up for any accidents, or
gastro-intestinal, respiratory, musculo-skeletal, or infectious disor-
ders in Stockholm County in the SCS was not significantly higher
(OR 1.2 [0.9–1.6]) for heavier drinkers as compared to moderate
drinkers as defined above [13]. The NYLS found no direct effects
on a wide range of possible consequences of having ever drank
alcohol ten times or more by age 15–16. Given the limitations of
this measure it is perhaps not surprising that alcohol consequences,
compared to other substances, were characterised as ‘‘benign’’
[33]. Finally, there were no effects of drinking frequency at age 18
on life satisfaction at age 29 in a western US school cohort [10],
again in contrast to other substances.
Additional Evidence from Other Studies
Evidence from studies not assessed as having stronger capacity
for inference broadly agreed with the findings presented above.
There was consistent evidence of effects on subsequent alcohol
consumption and related problems. There were similarly mixed
findings on possible mental health, tobacco smoking, and
educational consequences. There are two principal exceptions:
Although no effects on pregnancy among young women were
found in CHDS, contrary findings emerged from two other
cohorts [46,59], one of which was restricted to pregnancy
outcome by age 18 [59]. Also in three of the four studies that
investigated possible effects on adult drug use or related
problems, associations with at least one outcome measure in this
area were identified [40,46,59]. In both cases, the vulnerability
of these findings to bias and/or confounding should be
remembered.
Discussion
This systematic review has investigated whether late adolescent
alcohol consumption is a time-limited activity without significant
longer term consequences or whether it impacts upon adult health
and well being. It is clear that the evidence base on long-term
consequences is not as extensive nor as compelling as it could be.
There are sparse data of sufficient quality to warrant making
causal inferences on the broader health and social consequences of
late adolescent drinking on the basis of the data evaluated here.
There is evidence from a single population-based cohort that
late adolescent drinking can cause early death among men,
principally through car crashes and suicides [12,15]. There is a
large evidence base attesting to the ongoing impacts of late
adolescent drinking on adult drinking behaviours, though most
studies cannot strongly support causal inferences because of their
designs. There is robust evidence from one national cohort that
apparent effects on later alcohol consumption persist beyond the
age of 30, which is longer than had previously been understood
[43]. Possible effects on subsequent alcohol problems including
dependence are somewhat more complex than effects upon
subsequent alcohol consumption per se. Evidence from multiple
well-designed cohort studies indicates that other factors indicative
of heightened psychosocial risk more broadly are also implicated.
It is nonetheless striking that effects on alcohol problems assessed
in the mid 30s appear to have been produced by elevated
consumption in late adolescence in both SCS and MFCS, and to
earlier ages in other studies. Findings from a rigorous birth cohort
study on nonalcohol outcomes, however, demonstrate that many
apparent effects of late adolescent drinking may be due to
uncontrolled confounding [60]. Certainty about the long-term
consequences of late adolescent drinking is thus not easily
achieved.
Caution is also required because of the limitations of the present
study. Our approach to the investigation of confounding in
individual studies was necessarily constrained by weaknesses of the
literature as a whole and by the comprehensive nature of our
appraisal of possible consequences. For example, there are few
studies that address family influences, both siblings and parents.
Similarly, there was only a single study included that investigated
genetic inheritance [58]. Confounding also needs to be considered
in relation to more specific outcomes. For example, a CHDS study
not included here by virtue of not having a drinking behavioural
measure, found that the contribution of drink driving to traffic
accidents is much reduced when other risky driver behaviours are
taken into account [63]. Unless otherwise indicated in the Results
section, traditional methods of investigation of confounding have
been used in the studies covered and these can be criticised for
their adequacy in dealing with residual confounding. Being
designated as having stronger capacity for casual inference here
Consequences of Adolescent Drinking
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should not be mistaken to indicate support for causal inference in
relation to observed associations, nor that we view the treatment of
psychosocial factors to have eliminated residual confounding.
Conversely, not being so designated does not imply that a study is
weak, rather, simply that it does not contribute as much as others
to the aims of this review.
Bias was considered in relation to sample size and study attrition
in our appraisal of study quality. Whilst this latter variable is long
established as important to the evaluation of cohort studies,
thinking about the former has been more recently advanced, and
thus deserves elaboration and consideration of the impact on
review findings. Small study effects have been recently observed
within meta-analyses of trials [64]. These effects are related to
publication bias (see below) though are more fundamentally due to
the greater likelihood of bias in effect estimates in small studies
compared to large studies [65]. We are not aware that the
influence of small study effects has previously been considered
within systematic reviews of cohort studies despite their potential
for bias. At the outset, we judged that it was important to consider
this possibility, and to use a simple means of so doing, given the
challenges involved in summarising a large number of observa-
tional studies with substantial problems of bias and confounding.
We took the decision to give additional weight to larger studies
after piloting and before the main study data collection and
analysis. The particular threshold we chose may be somewhat
arbitrary, though it is not clear that moving this threshold upwards
or downwards by a few hundred study participants would
substantially influence our findings.
Two other important forms of bias were not directly involved in
the determination of study quality. Almost all adolescent behav-
ioural data were self-reported. These data are most likely to involve
underestimation of true levels of drinking and its consequences for
reasons of social desirability, though the possibility of exaggeration
should also not be ignored [66,67]. Self-report bias leads to
underestimation of the true extent of the relationships between
adolescent exposure and adult consequences, as would also be true if
reporting error was random rather than systematic. This problem is
compounded by the fact that the vast majority of the adult outcome
data are also self-reported, making probable further underestima-
tion of the true effects [68], notwithstanding the effects of repeated
measures within cohorts. The SCS studies are a noteworthy
exception to the reliance on self-reported outcomes. It would have
been possible to have selected data reliability as a criterion for bias
evaluation; this would not have meaningfully changed the results
beyond giving greater prominence to SCS data.
Publication bias exerts influence in the opposite direction
[69,70]. If the studies reviewed here represent a biased sample of
all the relevant studies that have been undertaken, then
overestimation of actual effects occurs, which seems highly likely
given the paucity of negative findings for alcohol outcomes. This
threat to valid inference perhaps has its origins in the context of
preliminary explorations of cohort study datasets. In these
situations, if drinking is not found to be associated with outcomes
of interest then the analyses may not be pursued. We may also
have missed studies that meet inclusion criteria by virtue of their
publication characteristics. This risk is inherent in the nature of
this exercise and is heightened given the breadth of the outcomes
investigated here. It seems likely, therefore, that the possibility of
not having successfully identified all relevant studies is greater for
nonalcohol compared to alcohol outcomes. At the outset we
expected publication bias to be a greater threat to the validity of
inferences made than small study effects. By its nature, however,
we were not in a position to attribute this risk to individual
included studies. Both publication and reporting bias pose
profound threats to valid inference in this review whose magnitude
is difficult to appreciate quantitatively.
Studies from a range of different national and cultural contexts
have been included here and identified as providing a stronger
basis for causal attribution, though these are entirely restricted to
Anglophone and Northern European countries. There are no
included studies from low- and middle-income countries, nor from
any country with a Mediterranean drinking culture. Previous
meta-analytic study in this area has identified national context to
be particularly important to findings on alcohol consumption from
cohort studies [3]. These studies also cover limited historical
periods. Period effects were investigated across the different
cohorts in the MFCS where only limited differences were
identified [43].
Because there have been no previous systematic reviews of this
literature, the research question addressed here is unusually broad.
This approach led us to specify an end date for formal inclusion in
the review, and inevitably further studies have since been
published. For example, Huurre and colleagues [71] robustly
identified continuities between heavy drinking at age 16 and
hazardous drinking at age 32 in a Finnish study. A later MFCS
report demonstrates the application of multilevel analyses to
examine more advanced research questions on mediators and
moderators of effects [72]. Other more recent studies that may
have been included [73,74] do not substantially change the picture
obtained, though there will be other studies of which we are
unaware and we expect this literature to continue to grow rapidly.
Notwithstanding the limitations of the evidence base and of this
review, and attenuations over time in the strength of the direct
effects, late adolescent alcohol consumption appears a probable
cause of increased drinking well into adulthood, through to ages at
which adult social roles have been achieved. Heavier drinking
seems most likely, however, to be only one component in a
complex causal process, whose contribution has probably been
overestimated in previous studies because of uncontrolled
confounding, setting aside the uncertainties induced by self-
reported data. The importance of these data is highlighted in the
context of work showing strong stability of drinking patterns
through the fourth and fifth decades of life [3,31,75]. A wide range
of health and other harms, such as liver cirrhosis, are caused by
alcohol at middle and older ages [76,77]. Late adolescent drinking,
by virtue of its probable effect on long-term adult alcohol
consumption is likely to contribute to the burden of alcohol-
related disease. Continuities from adolescence to adulthood in
drinking patterns have been observed across a range of measures
including frequency of consumption and heavy drinking.
In this study it seems that alcohol consumption confers
additional risk of alcohol problems both on those who are already
more vulnerable in various ways to poorer health and psychosocial
outcomes, and strikingly also among those who are not otherwise
vulnerable. Possible effects on adult alcohol problems and
dependence including hospitalisation identified here result from
heavier drinking in adolescence without necessarily involving
problems at younger ages. If these effects are confirmed, there are
two important implications: (1) Reducing late adolescent alcohol
consumption in the general population may be expected to make a
long-term contribution to reducing the incidence of adult alcohol
problems; (2) In more vulnerable populations, late adolescent
drinking may be one cause among many of later difficulties, and its
effects may be more severe and long-lasting [78]. Having relatively
secure psychosocial resources may somewhat buffer these risks,
and their consequent potential for adverse effects, but it does not
remove them. These statements should be read with some caution
given studies of mediators and moderators of these effects are
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lacking, limiting our understanding of their nature. Nevertheless,
this systematic review affords more secure inference of the likely
existence of these effects than has been possible previously. It is
possible that relationships with alcohol forged during late
adolescence may have cumulative lifetime drinking related
consequences that are also simply not well captured by the
existing literature.
The lack of convincing evidence of effects on nonalcohol
outcomes is the product of an absence of evidence rather than
strong evidence indicating no effects. A priori, one might expect
that effects on nonalcohol outcomes would be weaker simply
because they are less direct. To this extent, any such effects would
be less durable and may be more likely to occur in high risk
subgroups. There is also the possibility of reverse causation in
relation to many of these consequences as the initiation of drinking
in adolescence may have been preceded by many of the
nonalcohol outcomes considered here. Only careful studies of
adolescence may address this possibility.
There is also a clear need for high quality long-term prospective
cohort studies in order to better understand the public health
burden that is consequent on late adolescent drinking, both in
relation to adult drinking and more broadly. A number of the
cohorts included here were originally formed for prevention trials,
and obtained some short-term evidence of benefit (for example the
RAND and Seattle cohorts in Table 1). There is currently,
however, an absence of experimental evidence of successful
intervention modifying drinking during the late adolescent years
leading to improved adult outcomes [79]. Long-term investment
in rectifying this state of affairs should be a public health priority.
In addition to making both alcohol and heavy drinking less
available, less acceptable, and more expensive [80,81], these
findings indicate a need for policy makers to encourage young
people to be more cognisant of the long-term risks to adult health
and well-being, and to act on this awareness in their decision
making about whether and how much to drink [82]. This
encouragement requires much more than the provision of accurate
information about risks if it is to have any real prospect of
influencing actual behaviour. Alcohol harm reduction has largely
been concerned with reducing various risks inherent in drinking
situations and their immediate aftermaths [81]. This study
demonstrates the need to develop a longer term perspective on
harm reduction.
Supporting Information
Text S1 PRISMA Checklist.
Found at: doi:10.1371/journal.pmed.1000413.s001 (0.07 MB
DOC)
Acknowledgments
We are grateful to former colleagues Hana Rohan and Kaanan Bhavsar for
research assistance with this study.
Author Contributions
ICMJE criteria for authorship read and met: J McCambridge, J McAlaney,
R Rowe. Agree with the manuscript’s results and conclusions: J McCam-
bridge, J McAlaney, R Rowe. Designed the experiments/the study:
J McCambridge, J McAlaney, R Rowe. Analyzed the data: J McCam-
bridge. Collected data/did experiments for the study: J McCambridge,
J McAlaney. Wrote the first draft of the paper: J McCambridge.
Contributed to the writing of the paper: J McCambridge, J McAlaney,
R Rowe.
References
1. Rehm J, Mathers C, Popova S, Thavorncharoensap M, Teerawattananon Y,
et al. (2009) Global burden of disease and injury and economic cost attributable
to alcohol use and alcohol-use disorders. Lancet 373: 2223–2233.
2. Department of Health (2007) Safe. Sensible. Social. The next steps in the
National Alcohol Strategy-a summary. London: Alcohol Policy Team.
3. Johnstone BM, Leino EV, Ager CR, Ferrer H, Middleton-Fillmore K (1996)
Determinants of life-course variation in the frequency of alcohol consumption:
Meta-analysis of studies from the collaborative alcohol-related longitudinal
project. J Stud Alcohol 57: 494–506.
4. McCarty CA, Ebel BE, Garrison MM, Di Giuseppe DL, Christakis DA, et al.
(2004) Continuity of binge and harmful drinking from late adolescence to early
adulthood. Pediatrics 114: 714–719.
5. Patton GC, Coffey C, Sawyer SM, Viner RM, Haller DM, et al. (2009) Global
patterns of mortality in young people: a systematic analysis of population health
data. Lancet 374: 881–892.
6. Oxford Centre for Evidence-based Medicine (2001) Levels of medicine. Oxford:
Oxford Centre for evidence-based medicine.
7. Egger M, Davey Smith G (2001) Principles of and procedures for systematic
review. Egger M, Davey Smith G, Altman DG, eds. Systematic reviews in health
care: meta-analysis in context. 2nd edition. London: BMJ Publishing Group.
8. Brown SA, McGue M, Maggs J, Schulenberg J, Hingson R, et al. (2008) A
developmental perspective on alcohol and youths 16 to 20 years of age.
Pediatrics 121 Suppl 4: S290–S310.
9. Bogart LM, Collins RL, Ellickson PL, Martino SC, Klein DJ (2005) Effects of
early and later marriage on women’s alcohol use in young adulthood: a
prospective analysis. J Stud Alcohol Drugs 66: 729–737.
10. Bogart LM, Collins RL, Ellickson PL, Klein DJ (2007) Are adolescent substance
users less satisfied with life as young adults and if so, why? Soc Indic Res 81:
149–169.
11. Stattin H, Romelsjo, A. (1995) Adult mortality in the light of criminality,
substance abuse, and behavioural and family risk factors in adolescence. Crim
Behav Ment Health 5: 279–311.
12. Andreasson S, Allebeck P, Romelsjo A (1988) Alcohol and mortality among
young men: longitudinal study of Swedish conscripts. Br Med J (Clin Res Ed)
296: 1021–1025.
13. Andreasson S, Allebeck P, Romelsjo A (1990) Hospital admissions for somatic
care among young men: the role of alcohol. Br J Addict 85: 935–941.
14. Andreasson S, Allebeck P (1991) Alcohol and psychiatric illness: longitudinal
study of psychiatric admissions in a cohort of Swedish conscripts. Subst Use
Misuse 26: 713–728.
15. Andreasson S, Romelsjo A, Allebeck P (1991) Alcohol, social factors and
mortality among young men. Br J Addict 86: 877–887.
16. Andreasson S, Allebeck P, Brandt L (1993) Predictors of alcoholism in young
Swedish men. Am J Public Health 83: 845–850.
17. Romelsjo A, Leifman A (1999) Association between alcohol consumption and
mortality, myocardial infarction, and stroke in 25 year follow up of 49 618 young
Swedish men. BMJ 319: 821–822.
18. Stenbacka M (2003) Problematic alcohol and cannabis use in adolescence—risk
of serious adult substance abuse? Drug Alcohol Rev 22: 277–286.
19. Karlsson G, Romelsjo A (1997) A longitudinal study of social, psychological and
behavioural factors associated with drunken driving and public drunkenness.
Addiction 92: 447–457.
20. Bingham CR, Shope JT, Tang X (2005) Drinking behavior from high school to
young adulthood: differences by college education. Alcohol Clin Exp Res 29:
2170–2180.
21. Bonomo YA, Bowes G, Coffey C, Carlin JB, Patton GC (2004) Teenage
drinking and the onset of alcohol dependence: a cohort study over seven years.
Addiction 99: 1520–1528.
22. Cable N, Sacker A (2008) Typologies of alcohol consumption in adolescence:
predictors and adult outcomes. Alcohol Alcohol 43: 81–90.
23. Casswell S, Zhang JF (1997) Access to alcohol from licensed premises during
adolescence: a longitudinal study. Addiction 92: 737–745.
24. Chatterji P (2006) Does alcohol use during high school affect educational
attainment? Evidence from the National Education Longitudinal Study. Econ
Educ Rev 25: 482–497.
25. Collins RL, Ellickson PL, Klein DJ (2007) The role of substance use in young
adult divorce. Addiction 102: 786–794.
26. D’Amico EJ, Ellickson PL, Collins RL, Martino S, Klein DJ (2005) Processes
linking adolescent problems to substance-use problems in late young adulthood.
J Stud Alcohol Drugs 66: 766–775.
27. Donovan JE, Jessor R, Jessor L (1983) Problem drinking in adolescence and
young adulthood. A follow-up study. J Stud Alcohol Drugs 44: 109–137.
28. Englund MM, Egeland B, Oliva EM, Collins WA (2008) Childhood and
adolescent predictors of heavy drinking and alcohol use disorders in early
adulthood: a longitudinal developmental analysis. (Special Issue: Destiny
matters: childhood and adolescent prediction of adult alcohol use and abuse
in six multi-decade longitudinal studies.). Addiction 103: 23–35.
29. Ghodsian M, Power C (1987) Alcohol consumption between the ages of 16 and
23 in Britain: a longitudinal study. Br J Addict 82: 175–180.
Consequences of Adolescent Drinking
PLoS Medicine | www.plosmedicine.org 11 February 2011 | Volume 8 | Issue 2 | e1000413
30. Guo J, Hawkins J, Hill KG, Abbott RD (2001) Childhood and adolescent
predictors of alcohol abuse and dependence in young adulthood. J Stud Alcohol
Drugs 62: 754–762.
31. Jackson KM, Sher KJ, Cooper M, Wood PK (2002) Adolescent alcohol and
tobacco use: onset, persistence and trajectories of use across two samples.
Addiction 97: 517–531.
32. Jefferis B, Power C, Manor O (2005) Adolescent drinking level and adult binge
drinking in a national birth cohort. Addiction 100: 543–549.
33. Kandel DB, Davies M, Karus D, Yamaguchi K (1986) The consequences in
young adulthood of adolescent drug involvement. An overview. Arch Gen
Psychiatry 43: 746–754.
34. Koppes LL, Kemper HC, Post GB, Snel J, Twisk JW (2000) Development and
stability of alcohol consumption from adolescence into adulthood: the
Amsterdam Growth and Health Longitudinal Study. Eur Addict Res 6:
183–188.
35. Locke TF, Newcomb MD (2001) Alcohol involvement and dysphoria: a
longitudinal examination of gender differences from late adolescence to
adulthood. Psychol Addict Behav 15: 227–236.
36. Locke T, Newcomb MD (2003) Psychosocial outcomes of alcohol involvement
and dysphoria in women: a 16-year prospective community study. J Stud
Alcohol Drugs 64: 531–546.
37. Locke TF, Newcomb MD (2004) Adolescent predictors of young adult and adult
alcohol involvement and dysphoria in a prospective community sample of
women. Prev Sci 5: 151–168.
38. Maggs JL, Patrick ME, Feinstein L (2008) Childhood and adolescent predictors
of alcohol use and problems in adolescence and adulthood in the National Child
Development Study. Addiction 103 Suppl 1: 7–22.
39. Mason W, Kosterman R, Haggerty KP, Hawkins J, Redmond C, et al. (2008)
Dimensions of adolescent alcohol involvement as predictors of young-adult
major depression. J Stud Alcohol Drugs 69: 275–285.
40. McGee R, Williams S, Poulton R, Moffitt T (2000) A longitudinal study of
cannabis use and mental health from adolescence to early adulthood. Addiction
95: 491–503.
41. McMorris BJ, Uggen C (2000) Alcohol and employment in the transition to
adulthood. J Health Soc Behav 41: 276–294.
42. Merline AC, O’Malley PM, Schulenberg JE, Bachman JG, Johnston LD (2004)
Substance use among adults 35 years of age: prevalence, adulthood predictors,
and impact of adolescent substance use. Am J Public Health 94: 96–102.
43. Merline A, Jager J, Schulenberg JE (2008) Adolescent risk factors for adult
alcohol use and abuse: stability and change of predictive value across early and
middle adulthood. Addiction 103: 84–99.
44. Oesterle S, Hill KG, Hawkins JD, Abbott RD (2008) Positive functioning and
alcohol-use disorders from adolescence to young adulthood. J Stud Alcohol
Drugs 69: 100–111.
45. Paavola M, Vartiainen E, Haukkala A (2004) Smoking, alcohol use, and physical
activity: a 13-year longitudinal study ranging from adolescence into adulthood.
J Adolesc Health 35: 238–244.
46. Patton GC, Coffey C, Lynskey MT, Reid S, Hemphill S, et al. (2007)
Trajectories of adolescent alcohol and cannabis use into young adulthood.
Addiction 102: 607–615.
47. Peck SC, Vida M, Eccles JS (2008) Adolescent pathways to adulthood drinking:
sport activity involvement is not necessarily risky or protective. Addiction 103:
69–83.
48. Power C, Estaugh V (1990) Employment and drinking in early adulthood: a
longitudinal perspective. Br J Addict 85: 487–494.
49. Repetto PB, Zimmerman MA, Caldwell CH (2004) A longitudinal study of the
relationship between depressive symptoms and alcohol use in a sample of inner-
city Black youth. J Stud Alcohol Drugs 65: 169–178.
50. Rohde P, Lewinsohn PM, Kahler CW, Seeley JR, Brown RA (2001) Natural
course of alcohol use disorders from adolescence to young adulthood. J Am Acad
Child Adolesc Psychiatry 40: 83–90.
51. Schulenberg J, Wadsworth KN, Omalley PM, Bachman JG, Johnston LD (1996)
Adolescent risk factors for binge drinking during the transition to young
adulthood: variable- and pattern-centered approaches to change. Dev Psychol
32: 659–674.
52. Shepherd J, Farrington D, Potts J (2004) Impact of antisocial lifestyle on health.
J Public Health (Oxf) 26: 347–352.
53. Shope JT, Waller PF, Raghunathan TE, Patil SM (2001) Adolescent antecedents
of high-risk driving behavior into young adulthood: substance use and parental
influences. Accid Anal Prev 33: 649–658.
54. Staff J, Patrick ME, Loken E, Maggs JL (2008) Teenage alcohol use and
educational attainment. J Stud Alcohol Drugs 69: 848–858.
55. Stein JA, Smith GM, Guy SM, Bentler PM (1993) Consequences of adolescent
drug-use on young-adult job behavior and job-satisfaction. J Appl Psychol 78:
463–474.
56. Toumbourou JW, Williams I, White V, Snow P, Munro G, et al. (2004)
Prediction of alcohol-related harm from controlled drinking strategies and
alcohol consumption trajectories. Addiction 99: 498–508.
57. Tucker JS, Ellickson PL, Klein DJ (2003) Predictors of the transition to regular
smoking during adolescence and young adulthood. J Adolesc Health 32:
314–324.
58. Viken RJ, Kaprio J, Rose RJ (2007) Personality at ages 16 and 17 and drinking
problems at ages 18 and 25: genetic analyses of data from Finn Twin16-25.
Twin Res Hum Genet 10: 25–32.
59. Viner R, Taylor B (2007) Adult outcomes of binge drinking in adolescence:
findings from a UK national birth cohort. J Epidemiol Community Health 61:
902–907.
60. Wells JE, Horwood LJ, Fergusso DM (2004) Drinking patterns in mid-
adolescence and psychosocial outcomes in late adolescence and early adulthood.
Addiction 99: 1529–1541.
61. Wells JE, Horwood LJ, Fergusson DM (2006) Stability and instability in alcohol
diagnosis from ages 18 to 21 and ages 21 to 25 years. Drug Alcohol Depend 81:
157–165.
62. Wennberg P, Andersson T, Bohman M (2000) Associations between different
aspects of alcohol habits in adolescence, early adulthood, and early middle age: a
prospective longitudinal study of a representative cohort of men and women.
Psychol Addict Behav 14: 303–307.
63. Horwood LJ, Fergusson DM (2000) Drink driving and traffic accidents in young
people. Accid Anal Prev 32: 805–814.
64. Nuesch E, Trelle S, Reichenbach S, Rutjes AW, Tschannen B, et al. (2010)
Small study effects in meta-analyses of osteoarthritis trials: meta-epidemiological
study. BMJ 341: c3515.
65. Coyne JC, Thombs BD, Hagedoorn M (2010) Ain’t necessarily so: review and
critique of recent meta-analyses of behavioral medicine interventions in health
psychology. Health Psychol 29: 107–116.
66. Harrison L (1995) The validity of self-reported data on drug use. J Drug Issues
25: 91–111.
67. Tourangeau R, Yan T (2007) Sensitive questions in surveys. Psychol Bull 133:
859–883.
68. Rehm J (1998) Measuring quantity, frequency, and volume of drinking. Alcohol
Clin Exp Res 22: 4S–14S.
69. Misakian AL, Bero LA (1998) Publication bias and research on passive smoking:
comparison of published and unpublished studies. JAMA 280: 250–253.
70. McCambridge J (2007) A case study of publication bias in an influential series of
reviews of drug education. Drug Alcohol Rev 26: 463–468.
71. Huurre T, Lintonen T, Kaprio J, Pelkonen M, Marttunen M, et al. (2010)
Adolescent risk factors for excessive alcohol use at age 32 years. A 16-year
prospective follow-up study. Soc Psychiatry Psychiatr Epidemiol 45: 125–134.
72. Staff J, Schulenberg JE, Maslowsky J, Bachman JG, O’Malley PM, et al. (2010)
Substance use changes and social role transitions: proximal developmental
effects on ongoing trajectories from late adolescence through early adulthood.
Dev Psychopathol 22: 917–932.
73. Mason WA, Hitch JE, Kosterman R, McCarty CA, Herrenkohl TI, et al. (2010)
Growth in adolescent delinquency and alcohol use in relation to young adult
crime, alcohol use disorders, and risky sex: a comparison of youth from low-
versus middle-income backgrounds. J Child Psychol Psychiatry 51: 1377–1385.
74. Stevens-Watkins D, Rostosky S (2010) Binge drinking in African American
males from adolescence to young adulthood: the protective influence of
religiosity, family connectedness, and close friends’ substance use. Subst Use
Misuse 45: 1435–1451.
75. Dubow EF, Boxer P, Huesmann LR (2008) Childhood and adolescent predictors
of early and middle adulthood alcohol use and problem drinking: the Columbia
County Longitudinal Study. Addiction 103: 36–47.
76. Leon DA, McCambridge J (2006) Liver cirrhosis mortality rates in Britain from
1950 to 2002: an analysis of routine data. Lancet 367: 52–56.
77. Leon DA, McCambridge J (2006) Liver cirrhosis mortality rates in Britain, 1950
to 2002. Lancet 367: 645–645.
78. Zucker RA (2008) Anticipating problem alcohol use developmentally from
childhood into middle adulthood: what have we learned? Addiction 103:
100–108.
79. Foxcroft DR, Ireland D, Lister-Sharp DJ, Lowe G, Breen R (2003) Longer-term
primary prevention for alcohol misuse in young people: a systematic review.
Addiction 98: 397–411.
80. Babor T, Caetano R, Casswell S, Edwards G, Giesbrecht N, et al. (2003) No
ordinary commodity: alcohol and public policy. Oxford: Oxford University
Press.
81. Anderson P, Chisholm D, Fuhr DC (2009) Effectiveness and cost-effectiveness of
policies and programmes to reduce the harm caused by alcohol. Lancet 373:
2234–2246.
82. Toumbourou JW, Stockwell T, Neighbors C, Marlatt GA, Sturge J, et al. (2007)
Interventions to reduce harm associated with adolescent substance use. Lancet
369: 1391–1401.
Consequences of Adolescent Drinking
PLoS Medicine | www.plosmedicine.org 12 February 2011 | Volume 8 | Issue 2 | e1000413
Editors’ Summary
Background. The effects of alcohol intoxication (drun-
kenness), dependence (habitual, compulsive, and long-term
drinking), and the associated biochemical changes, have wide-
ranging health and social consequences, some of which can be
lethal. Worldwide, alcohol causes 2.5 million deaths (3.8% of
total) and 69.4 million (4.5% of total) of disability-adjusted life
years (DALYs). Unintentional injuries alone account for about
one-third of the 2.5 million deaths, whereas neuro-psychiatric
conditions account for almost 40%. There is also a causal
relationship between alcohol consumption and more than 60
types of disease and injury; worldwide, alcohol is estimated to
cause about 20%–30% cases of esophageal cancer, liver cancer,
cirrhosis of the liver, homicide, epilepsy, and motor vehicle
crashes. There is increasing evidence that, in addition to the
volume of alcohol consumed, the pattern of drinking has an
effect on health outcomes, with binge drinking found to be
particularly harmful. As the majority of people who binge drink
are teenagers, this group may be particularly vulnerable to the
damaging health effects of alcohol, leading to global concern
about the drinking trends and patterns among young people.
Why Was This Study Done? Although there have been
many published cohort studies reporting the longer term
harms associated with adolescent drinking, the strength of
this evidence remains unclear, which has implications for the
objectives of interventions. For example, if adolescent
drinking does not cause later difficulties, early intervention
on, and management of, the acute consequences of alcohol
consumption, such as antisocial behaviour and unintentional
injuries, may be the most appropriate community safety and
public health responses. However, if there is a causal
relationship, there needs to be an additional approach that
addresses the cumulative harmful effects of alcohol. The
researchers conducted this systematic review of cohort
studies, as this method provides the strongest
observational study design to evaluate evidence of causality.
What Did the Researchers Do and Find? The researchers
conducted a comprehensive literature review to identify
relevant studies that met their inclusion criteria, which were:
(1) data collection from at least two points in time, at least 3
years apart, from the same cohort; (2) data collection
regarding alcohol consumption between the ages of 15
and 19 years old; and (3) inclusion of a report of at least one
quantitative measure of effect, such as an odds ratio,
between alcohol involvement and any later outcome
assessed at age 20 or greater. The majority of these studies
were multiple reports from ten cohorts and approximately half
were from the US. The researchers then evaluated the strength
of causal inference possible in these studies by assessing
whether all possible contributing factors(confounders) had
been taken into account, identifying studies that had follow-up
rates of 80% or greater, and which had sample sizes of 1,000
participants or more.
Using these methods, the researchers found that, overall,
there is consistent evidence that higher alcohol consumption
in late adolescence continues into adulthood and is also
associated with alcohol problems, including dependence.
For example, one population-based cohort showed that late
adolescent drinking can cause early death among men,
mainly through car crashes and suicides, and there was a
large evidence base supporting the ongoing impacts of late
adolescent drinking on adult drinking behaviours—although
most of these studies could not strongly support causal
inferences because of their weak designs. The researchers
also concluded that although a number of studies suggested
links with late adolescent drinking to adult physical and
mental health and social consequences, this evidence is
generally of poor quality and insufficient to infer causality.
What Do These Findings Mean? The results of this study
show that that the evidence-base on the long-term
consequences of late adolescent drinking is not as
extensive or compelling as it needs to be. The researchers
stress that there is an urgent need for high quality long-term
prospective cohort studies in order to better understand the
public health burden associated with adolescent drinking in
general and in relation to adult drinking. However, there is
sufficient evidence to suggest that reducing drinking during
late adolescence is likely to be important for preventing
long-term adverse consequences as well as protecting
against more immediate harmful consequences harms.
Additional Information. Please access these Web sites via
the online version of this summary at http://dx.doi.org/10.
1371/journal.pmed.1000413.
N The World Health Organization has information about the
global incidence of alcohol consumption
N The US-based Marin Institute has information about
alcohol and young people
N The BBC also has a site on late adolescent drinking
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